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Supplementary figure 1 The DPP8/9 inhibitor blocks adipocyte 
differentiation in 3T3-f442A.  
Oil Red O staining of control cells (DMI) and cells treated with 500µM 
DPP4 family inhibitor P32/98 (DMI+P32/98), 500µM inactive inhibitor 
P34/98 (DMI+P34/98), 20µM DPP4 inhibitor MK-0431(DMI+ MK-0431), 
20µM DPP8/9 inhibitor 1G244 (DMI+1G244), 20µM FAP inhibitor 3099 
(DMI+3099) at the day 8 of differentiation. 
Supplementary figure 2 DPP8 and DPP9 were the main forms of DPPs in 
3T3-L1 cells. (A) DPP8, DPP9, DPP4 and FAP mRNAs were measured by 
real time PCR in 3T3-L1 cells at the differentiation day 2. (B) 3T3-L1 cells 
treated with DMI for 48 hours, the DPP activity was measured in  cell 
lysate incubated with 10µM DPP4 inhibitor MK-0431(DMI+ MK-0431), 
10µM DPP8/9 inhibitor 1G244 (DMI+1G244), 10µM FAP inhibitor 3099 
(DMI+3099). 
Supplementary figure 3 DPP4 and FAP mRNA expression was decreased 
during 3T3-L1 differentiation. 3T3L1 cells were cultured in 10% FBS (NC) 
or treated with dexamethasone, isobutylmethylxanthine and insulin 
(DMI) from day 0 to day 2 during differentiation, mRNA levels of DPP4 
and FAP were measured by real time PCR. β-actin expression was used 
as an internal control. 
Supplementary figure 4  (A) Knockdown of DPP8 and DPP9 mRNA by 
shRNA in 3T3-L1 cells. 3T3-L1 cells were infected with retrovirus 
containing shRNA plasmid (CTL shRNA), DPP8 shRNA plasmid (DPP8 
shRNA), DPP9 shRNA plasmid (DPP9 shRNA) or both, then selected by 
puromycine or blasticidine. The expression of DPP8 and DPP9 was 
measured in these stable cells by real time PCR. (B) Knockdown of DPP8 
by shRNA in 3T3-L1 detected by western blot. 

Supplementary figure 5 Inhibition of DPP8 and DPP9 prevents 
PPARγ1 induction during 3T3-L1 differentiation. PPARγ1 mRNA levels 
were measured after 48 hour treatment of  dexamethasone, 
isobutylmethylxanthine and insulin (DMI) with or without the DPP4 inhibitor 
MK-0431(DMI+MK-0431), the DPP8/9 inhibitor 1G244 (DMI+1G244), the FAP 
inhibitor 3099 (DMI+3099). 

Supplementary figure 6 Full length blots of Figure 5A  
Supplementary figure 7 Full length blots of Figure 4B  
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